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was kept NPO adequately, in addition to the presence of NGT allowing for suctioning of gastric contents (if any). After establishing intravenous access and routine monitoring, ketamine 10 mg bolus (0.5 mg/kg) was given with which the child fell asleep. Subsequently, a field block was given with a mixture of 0.2% ropivacaine and 1% lignocaine. Fentanyl 5 mcg (0.25 mcg/kg) was given just before skin incision. With these minimal doses, the respiratory rate fell to 3/min. A pediatric open circuit was used to assess respiration and assist if necessary. The child did not have any response to surgical incision, neither did she require any further doses. The procedure was completed successfully at the end of which she was shifted to a high dependency unit for monitoring.
Though Markham et al. state that ketamine has been shown to inhibit oxidation in mitochondria in animal models, [2] there is paucity in literature on its untoward effects in patients
Anesthetic management of a patient with MELAS
Madam, Mitochondrial diseases (MDs) have an incidence of 1:4000 live births. [1] With advancing diagnostic and treatment facilities, increasing number of patients present for anesthesia for diagnostic procedures or palliative surgeries. MELAS is a subgroup of MDs characterized by mitochondrial encephalomyopathy, lactic acidosis, and stroke. These diseases have variable clinical presentation with multisystem involvement [ Table 1 ]. Although clues to the disease may manifest in early years, most cases become clinically symptomatic after late childhood. Pediatric onset disease is more progressive with neurological, cardiac and liver dysfunction. These patients have increased sensitivity to most drugs used in anesthesia [ Table 2 ]. However, to the best of our knowledge, there are no reports of any adverse events with ketamine and fentanyl in MD patients.
We report a 9-year-old girl, weighing 19 kg, with MELAS, and recurrent aspiration pneumonia due to bulbar involvement. She was on nasogastric tube (NGT) feeds and was planned for laparoscopic gastrostomy under general anesthesia. On examination, she was alert, conscious and dysarthric. Her respiratory rate was 30/min, oxygen saturation 93% on room air and 96% with oxygen supplementation. Bilateral coarse crepitations were present. Chest X-ray showed features suggestive of aspiration pneumonia.
In view of her pulmonary condition and increased vulnerability to anesthetic agents, an open procedure was settled on, after discussion with the surgeons, under a combination of sedation with fentanyl-ketamine and local field block. She was adequately fasted, while maintained on dextrose containing intravenous fluid to avoid increasing metabolic burden. The risk of potential aspiration was considered minimal as she with MD. In our patient, we chose ketamine for its analgesic effects, bronchodilatory properties and ability to maintain airway reflexes as well as spontaneous respiration. There are no adverse reports with the use of fentanyl either, except at higher doses. [3] However, we found an increased sensitivity to even a very minimal dose of both drugs, as manifested by a significant drop in respiratory rate. Close monitoring of the patient helped avert an untoward event. However, we wish to highlight that even these seemingly safe agents should be titrated to patient needs very cautiously, rather than a standard weight-based dosing.
Two large cases series reported suggest the possibility of safe anesthesia with appropriate preoperative assessment and monitoring. [4, 5] Nonetheless, it is also important to be aware of reports of delayed worsening of respiratory function with or without neurologic degeneration in mildly affected patients whose anesthetic course had been notably uneventful. [6] [7] [8] Choosing between local, regional, or general anesthesia, depends on the patient (tolerability of an awake procedure, degree of neuropathy/myopathy, spinal cord involvement) as well as nature of surgery (degree of muscle relaxation required, postoperative analgesia). Even in the absence of negative literature, it should be considered that the requirement of any agent may be lower than in normal individuals, and titration of drugs to effect is more appropriate than a weight-based nomogram. It will be prudent to remember that a successful use of one agent in Echocardiogram was normal. Two hours after lignocaine infiltration, the patient was hemodynamically stable, ABG was normal, dopamine infusion was discontinued and trachea was extubated. The patient had a normal recovery.
During RND, surgical manipulation around the carotid artery has the potential to cause hemodynamic perturbations and dysrhythmias. Our 58-year-old, normotensive patient developed tachycardia and hypertension intraoperatively during unilateral RND. The hemodynamic changes did not respond to conventional methods. Local anesthetic (LA) infiltration near the carotid bifurcation was performed with the intention of mitigating tachycardia and hypertension. We had not anticipated the occurrence of severe hypotension that followed LA infiltration. The response to norepinephrine suggests that the patient experienced severe vasomotor failure. A search of the literature revealed some interesting data.
Baroreflex failure is likely to develop in patients after RND, [2] carotid artery surgery, throat irradiation and neck injury. [1] The baroreceptors are located in the carotid sinus at the bifurcation of the common carotid artery and in the aortic arch. For clinical baroreflex failure to manifest, severe interruption of afferent input must be present. We believe that the occurrence
Intraoperative baroreflex failure following lignocaine infiltration during unilateral radical neck dissection
Madam, The baroreceptor reflex serves to prevent excessive fluctuations of arterial blood pressure (BP). In baroreflex failure, there is loss of buffering ability and wide excursions of pressure and heart rate (HR) occur. [1] We report a 58-year-old patient who developed intraoperative baroreflex failure manifesting as severe hypotension necessitating vasopressor support following lignocaine infiltration in the carotid sinus area during unilateral radical neck dissection (RND).
A 58-year-old male, with neck secondaries, was scheduled for left RND. Baseline hemodynamic parameters were normal. Anesthesia was induced with morphine 4.5 mg and propofol 90 mg. Intubation was facilitated with atracurium 30 mg. Marked hemodynamic lability was observed at induction and intubation [ Table 1 ]. Anesthesia was maintained with 0.6% isoflurane in N 2 O and O 2. The initial intraoperative period was associated with bradycardia, followed by tachycardia and hypertension [ Table 2 ]. Anesthesia was deepened (isoflurane 1-2%, fentanyl 50 µg) and esmolol 20 mg intravenous (IV) was administered. As tachycardia persisted, the operative site near carotid bifurcation was infiltrated with 5 ml lignocaine 2% (without preservative). The hemodynamic perturbations that followed lignocaine infiltration and its management are detailed in Table 2 . The patient received IV boluses of mephentermine and adrenaline. Dopamine infusion was initiated (15 µg/kg/ min) followed by norepinephrine infusion (5 µg/min). Within 2 min of norepinephrine infusion, BP stabilized between
